We present the case of a 60 year old C6 complete tetraplegic patient who developed profound hypotension following initiation of the angiotensin-convert ing enzyme inhibitor lisinopril to control blood pressure. Other causes of hypotension, such as myocardial infarction and sepsis were ruled out. Inhibition of the renin-angiotensin-aldosterone system was the probable cause of hypo tension. This case demonstrates the critical importance of the renin angiotensin-aldosterone axis in the maintenance of blood pressure in tetraplegic patients, who may lack input from the brain to sympathetic neurons, and therefore have increased reliance on the renin-angiotensin-aldosterone axis for the maintenance of blood pressure. Angiotensin-converting enzyme inhibitors should be avoided in tetraplegic patients, unless other treatment modalities are ineffective.
Introduction
Arterial blood pressure is determined by the product of cardiac output and peripheral vascular resistance (BP = CO x PVR). Beginning on 4 June an elevated blood pres sure was noted (Fig 1) . The pulse rate at that time was 90/min. No cause of the hypertension was found. On 8 June lisinopril 5 mg per day was begun. The blood pressure gradually began to fall. Cardiovascular examination was un changed; however wheezes and rales diminished in intensity. On June 11, the blood pressure was found to be 80/50 with a pulse rate of 117/min (Fig 1) . Subsequent blood pressure recordings were palpable only at 50-60 mmHg. The lack of decrease in P02 was felt to be strong evidence against pulmonary embolism.
After 2 days the dopamine was discontinued, the blood pressure remained 120/80 mmHg and the patient was transferred out of the intensive care unit.
Discussion
The temporal sequence of events suggests that the profound hypotension seen in this 
